Xylose excretion decreases with age because of impairment of renal function, making it difficult to compare groups of patients of different ages (Kendall, 1970) . The results have therefore been corrected for age by expressing them as the percentage of the mean value for each decade. This is designated the decade mean fraction (DMF) .
Faecal fats were estimated on a 72-hour specimen (Van den Kamer, Huinink, and Weyers, 1949) . The patients were placed on a 100 g. fat diet 2 days before the stool collection was started. More than 5 g. stool fat per day is abnormal (Raffensperger, D'Agostino, Manfredo, Ramirez, Brooks, and O'Neill, 1967) .
Intestinal absorption of vitamin B12 was studied in two patients, using the method of Schilling (1953) (Fig. 4, (1970) .
A low xylose excretion in rheumatoid disease was reported by Gamble, Abbruzzese, Gray, and Bayles, (1969) . This study confirms that xylose tolerance is frequently impaired. However, the low intravenous results show that this is due to renal dysfunction in half of the cases. The remainder appear to have true xylose malabsorption which cannot be explained by intestinal mucosal disease. Malabsorption is best detected at the 2-hour collection (Sammons and others, 1967) and six of our patients who showed impaired absorption at 2 hours would not have been detected at a single 5-hour collection. There is no evidence of bacterial overgrowth or rapid intestinal transit. Drugs are known to cause malabsorption (Faloon, 1970) , and indomethacin, which is widely used in the treatment of rheumatoid disease, has been shown to increase the rate of gastric emptying and to impair xylose absorption (Kendall and others, 1971) . Our patients were frequently taking a number of drugs, one or more of which may have impaired absorption. We were unable to demonstrate a correlation between any one preparation and malabsorption, but the effects of combinations of drugs could not be assessed in such a small series.
The finding of steatorrhoea, albeit mild, in six out of fifteen patients was surprising. In addition to the causes of malabsorption already mentioned, the possibilities of hepatic disease, pancreatic disease, and malnutrition remain. Evidence of liver dysfunction was found in our patients (Fig. 4) butwas unlikely to have been sufficient to cause steatorrhoea. Pancreatic function has been studied in a few cases and is usually normal (Pettersson, Wegelius, and Skrifvars, 1970) . Many rheumatic patients are malnourished, and since malnutrition and starvation can cause malabsorption (Herskovic, 1969) this factor may be important. The absence of structural abnormalities in the jejunal mucosa is in agreement with the findings of Pettersson and others (1970) . We failed to find evidence of villous atrophy (Toivonon and others, 1964), amyloid (Pettersson and others, 1970), or vasculitis as described in rectal biopsies (Schneider and Dobbins, 1968 
